creased levels of noise is as undesirable for the newborn premature infant as it is for any other individual. We, however, like Stennert et al. (1977) , are unable to accept the proposal made by Douek et al. (1976) that ambient noise in incubators is the cause of sensorineural hearing loss among low birth weight survivors. Such infants are very liable to suffer hypoxia and hyperbilirubinaemia, both of which are thought to cause sensorineural hearing loss. They also are liable to bleeding into the subependymal matrix of the brain and into the ventricles. Extension of haemorrhages from these areas into the inner ear has been reported in infants who died after receiving ventilatory support for respiratory distress (Spector et al. 1978) . All these factors, therefore, must be considered when attempting to evaluate the influence of ambient noise on the hearing oflow birth weight infants nursed in incubators.
We have examined the hearing ofa group of III infants who weighed ::;::; 1500g at birth. These infants represented 86% of the surviving infants of this birth weight who were cared for in the Neonatal Unit of University College Hospital, London in the years 1966-1972. All these infants were nursed in commercially-available incubators for periods ranging from 2-80 days (mean 37 days). None received continuous positive airway pressure from a head box. Sound pressure levels at all octave frequencies in our incubators were similar to those shown in Figure 1 of Professor Harris' letter. Ten (9%) of these infants had sensorineural hearing loss (mean 51 dB) when tested at a mean age of 6.5 years. None of the audiograms of these 10children showed notches at 4000 Hz, which are considered to be characteristic of damage to the cochlea due to long-term noise exposure. They all had either a gradual fall of threshold towards the high frequencies, or an abrupt loss at 8000 Hz only. The mean duration of incubator stay did not differ between the infants with sensorineural hearing loss and those without. In contrast, perinatal illnesses, particularly those known or likely to have caused hypoxia in the newborn period including apnoea, were signi-ficantly associated with sensorineural hearing loss. Jaundice appeared to have an additive effect (Abramovich et al. 1979) .
We conclude that sensorineural hearing loss in very low birth weight infants is probably caused by hypoxia in the newborn period and is not due to the ambient noise in' commercially-available incubators in current use. Nevertheless, we agree that careful attention must be paid to ambient noise levels in newborn nurseries, particularly as monitoring devices employing noise signals are being used with increasing frequency, in addition to motor-driven incubators. The functional results can be improved by active physiotherapy for the fingers, shoulder, and elbow where possible, starting immediately after reduction, and this should be obligatory no matter which method is used. However, if the cosmetic result is so displeasing that the patient complains about it, one cannot really claim the result to be a good one. The object of treatment, after all, should be to satisfy the patient as well as the doctor! Anatomical reduction of the fracture is associated with a better-looking wrist and better function; but maintenance of the reduction is difficult and, although Mr Myles' device may well prove to be a helpful adjunct (March 1978 Journal, p 186), I agree with Mr Brooks (June 1978, p 462) that a critical account is essential before 'selling' the method. Yours sincerely JOHN V FOWLES 
